The influence of suppression of interferon production on the replication of NDV was tested in the following manner. L-cell cultures were treated with different concentrations of actinomycin D and then infected with NDV. The effects of the antibiotic on cellular RNA synthesis (3H-uridine incorporation), interferon production, and virus replication are summarized in Fig. 1 . As little as 0.01 ,ug of actinomycin D per ml produced a 23% reduction in labeled uridine incorporation and a 50% reduction in interferon titer. At 0.5 ug of actinomycin D per ml, 3H-uridine incorporation was only 8% of that of the control, and no interferon was detectable in the fluids removed from such cultures after infection with NDV. In contrast, NDV replication was not significantly different in control cultures and in cultures treated with up to 0.1 Mug of actinomycin D per ml. Higher concentrations of antibiotic produced a reduction in virus yield which could be explained, at least in part, by a drop in viability of the cells after 24 hr of exposure to the antibiotic.
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From the results described in Fig. 1 , it was concluded that there was no relationship between interferon production and abortive replication of NDV in L-cell cultures, since inhibition of interferon synthesis by actinomycin D in cells infected with NDV did not enhance the yield of infective virus. The possibility existed that undetected or cell-associated interferon, or inhibitors distinct from interferon, were responsible for the low yield of infective NDV. In an attempt to eliminate this possibility, the ability of a superinfecting virus (Semliki Forest virus-SFV) to replicate was tested in cells in which interferon production was suppressed. This experiment was carried out as follows. Cultures of L cells in 2-oz (56 ml) bottles were divided into four groups. Groups 1 and 3 were treated with actinomycin D (0.5 ug/ml) in the usual manner; i.e., antibiotic was present in all fluids until superinfection with SFV; groups 2 and 4 did not receive the antibiotic. After 1 hr at 37 C, groups 1 and 2 were infected with NDV at an input multiplicity of 5; groups 3 and 4 were not infected with NDV. After 24 hr at 37 C, fluids from each group of cultures were withdrawn and were tested for interferon activity. The cells were challenged with SFV (multiplicity of infection = 8) and incubated for an additional 20 hr at 37 C, after which the fluids from these cultures were harvested and tested for SFV infectivity. The results presented in Table 1 show that, when interferon was produced in response to NDV (group 2), SFV replication was effectively suppressed. In contrast, when interferon production was inhibited by actinomycin D (group 1), SFV replication was almost equal to that obtained in the two control groups (groups 3 and 4) in which cells were not exposed to NDV. The difference in the SFV replication 
